. It is the purpose of this paper to indicate that these views have been fallacious and that in fact the pathology and symptoms bear no relation to the height of the basal or maximal acid output.
During the past two decades the importance of gastric reflux into the oesophagus in association with oesophageal hiatal hernia has been overstressed. It has generally been believed that this acid reflux was responsible for inevitable, serious, and irreversible oesophageal changes with resultant clinical symptoms. For this reason there have been and still are many who consider gastric reflux as an absolute indication for surgical treatment of oesophageal hiatal hernia. This has varied from partial gastrectomy to the balanced operation of vagotomy, drainage, and oesophageal hiatal repair (Berman and Berman, 1959; Herrington, 1962) . It is the purpose of this paper to indicate that these views have been fallacious and that in fact the pathology and symptoms bear no relation to the height of the basal or maximal acid output.
MATERIALS AND METHODS
The augmented histamine test, as described by the Gastrointestinal Service of Groote Schuur Hospital (Marks, Bank, Moshal, and Louw, 1963) was performed in 150 unselected patients with symptomatic hiatal hernia. In this group there were 126 cases of sliding hiatal hernia, eight of composite hiatal hernia, and four of para-oesophageal hiatal hernia. Ninety-one were female and 47 were male patients. An additional 12 patients with sliding hiatal hernia had associated chronic duodenal ulcers. In this latter group were four females and eight males. The age range for the whole group was between 21 and 83 years.
These were compared with control and duodenal ulcer groups from the Gastrointestinal Service consisting of 26 females and 35 males in the former group, and 290 females and 1,159 males in the latter group (Bank, Marks, Louw, and Bock, 1967) .
RESULTS
The basal gastric secretion in the hiatal hernia group is recorded in relation to those with and without heartburn (Fig. 1) . A similar comparison is made with the maximal acid output. The hiatal hernias associated with duodenal ulcers were correlated in the same way (Fig. 2) .
In the hiatal hernia group with heartburn the mean basal output was 2-0 m-equiv/hr compared with 3.3 m-equiv/hr in the group without heartburn and 3 m-equiv/hr in the control group. There was no statistical significant difference in these figures.
The mean maximal acid output in the group with (Casten, Bernh and Spinzia, 1963; Casten, 1964 Casten, , 1967 Nach, and Casten, 1962; Castro 194 Wells, and Baker, 1955; Herrington, 19 ( of the opinion that sliding hiatal hernia associated with hyperacidity. In the group and Bernhang the majority of patients^A CID hiatal hernia in whom there was hyperacidity had an IT associated duodenal ulcer. Casten et al (1963) considered that there was a direct correlation artbum between the size of the hernia and the height of the .artburn---acid; the larger the hernia the higher the acid. Giles, Clark, and Buchan (1968) (1967) similarly found that there was no difference in the acid secretion between control and sliding hiatal hernia ipared with groups although those associated with duodenal heartburn. ulcer had increased outputs. Reflux oesophagitis m-equiv/hr. can also be present with normal acid output Ll difference. (Beaconsfield, 1953 Bm-equivlhr patients with pernicious anaemia who have achloriv/hr in the hydria and present with heartburn, and others ed with the who have had total gastrectomies will reflux denal ulcer alkaline secretion which may produce the severest form of oesophagitis seen, possibly with resultant atistically in symptoms. It is not the nature of the reflux material the control that is important but the period during which it remains in the oesophagus and the ability of the n, were not oesophagus to clear the contents (Booth, Kemmerer, lor maximal and Skinner, 1968) which may be important. My en in those own view is that there is another very significant the output fact in the pathogenesis of heartburn and that is the it, although sensitivity of the oesophageal mucosa (Silber, with heart-1968) . At least 40% of patients with symptomatic r basal and hiatal hernia will not demonstrate oesophagoheartburn. scopically any oesophageal pathology to corroborate the diagnosis of peptic oesophagitis (Dagradi, Killian, and Schindler, 1958) . Heartburn can also occur without reflux (Bockus, 1943; Nagler and Is, the most Spiro, 1961 
